In Oxford our present practice is to keep the eyes of all premature babies, weighing 5 lb. or less at birth, under close observation for the first six months of life. Oxygen administration is limited to the -minimum necessary to prevent cyanosis; it is reduced gradually, and the concentration of Os main--tained at 30 and 40 %. When retrolental fibroplasia is diagnosed a course of ACTH is given.
HIPPOCRATES asserted that an inherited diathesis rendered the scions of epileptic fathers liable to suffer from fits. His views gradually became general in Western Europe, either displacing, or merging with the older concept of demoniacal possession. Boethius reported that the ancient Scots gelded male *epileptics and that an affected woman was "kept from all company of men; and if by chance, having some such disease, she were found to be with child, she and her brood were buried alive; and this was done for the common good lest the whole nation should be injured or corrupted". The milder Swedes have forbidden marriage to persons with idiopathic epilepsy since 1757. Similar laws have «en made in Germany in this century. Modern authors have found that a constitutional tendency to suffer from fits is evident not only 'pilepsy but also in febrile convulsions (Lennox, 1949) , eclampsia (Rosenbaum and Maltby, 1943) , 'sthetic convulsions (Williams and Sweet, 1944) , convulsions following minor brain injury (Bridge, 9) . Phe emphasis placed on the aetiological force of the inherited factor varies widely. This appears to due in part to selective sampling. Thus, some studies are based on epileptics in institutions, others n epileptics with associated mental deficiency, others on series of dizygous and monozygous twins, and others on patients whose seizures are provoked by fever.
We are trying to learn something about the natural history of convulsive disorders of children in Oxford, and, to that end, we are collecting a fresh series of consecutive cases. The material presented here is a pilot analysis of the family histories of the first 337 children entering the sample.
The nature of the sample.-We have tried to cast our net as widely as possible, and to collect a representative sample of all the convulsive disorders of young children as seen in general practice, in institutions, in the children's wards and out-patient clinics, in infant welfare clinics and as encountered by health visitors.
No selection of cases was made. The occurrence of any sort of convulsive disorder was the sole -condition of entry to the series.
Drawing the family tree.-The only relations considered were the full siblings, parents, aunts, uncles and grandparents of the propositi. A history was accepted as positive if a clear history of a fit was obtained; where doubt existed about the nature of the attack the relative was excluded. The Results (a) Incidence ofpositive histories.-There were 337 children in this sample. 4 of these children were of unknown parentage, and a further 6 were the illegitimate offspring of fathers unknown. There were thus 327 whole family trees and a further 6 half-trees available.
Of the 333 propositi with whole or half-trees, 130 had a kinsman with a clear history of a convulsive disorder. Thus the incidence of children with positive family histories was 39 %.
(b) The source of the positive histories.- Table I shows the source of the positive history in the 130 children with evidence of familial taint. The striking feature of the figures is the disparity of incidence between the maternal (distaff) and the paternal (spear) sides of the family tree; 25 % had an affected .relative on the distaff side, compared with 9*2 % on the spear side. This disparity was seen again when the incidence of convulsive disorders in parents was considered. The incidence of affected mothers 'was 8 1 %, that of affected fathers was 3*1 %. In both cases the incidence of the taint was 2j times Sgreater on the maternal than on the paternal side of the family. Percentage of all cases with taint on spear side 9 20 Percentage of all cases with taint on distaff side 25 % (c) Incidence in siblings.-The propositi in this series had 490 siblings born alive. Among these siblings 56 had developed a convulsive disorder of some kind at the time our enquiry was made, giving an incidence of II 4o% of siblings affected. This figure has, of course, only an ad hoc significance because many of the siblings were young children and some of them may develop fits in the future.
The influence of a positive family history of fits on the incidence of fits in siblings was examined.
In the group with a positive family history the incidence was 16 %; in the group with a negative history the incidence was 9 %.
(d) The familial taint and the diagniosis. Throughout the sample we commonly found different types of convulsive disorders within single families. Epilepsy and febrile convulsions did not segregate from one another. In Table T1 a comparison is made between the incidence of positive family histories in 100 children whose first fit was a febrile convulsion and in 106 children in whom the first fit was afebrile. In the febrile convulsion group the incidence of positive histories was 41 %; in the afebrile group the incidence was 46%. 
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The family trees shown in Figs. I and 2 illustrate the manner in which different types of convulsive disorders may appear within single families, and, indeed, in the same patient.
(e) Assortive mating. Assortive mating between men and women from families tainted with epilepsy has been suggested as an xtiological factor in convulsive disorders in their offspring, the presence of the taint on both sides enhancing the risk that affected children will be born. From our figures it was possible to calculate the number of unions with bilateral taint that would be found if mating had occurred in a purely random fashion. When this was done it appeared that, in the absence of assortive mating, we should expect to find 7 8 unions of this type. We did in fact find 7 families with bilateral taint. This close agreement between the theoretical and actual findings suggests that assortive mating was not significant in this series and the suggestion receives further support from the fact that none of the siblings in the 7 families with bilateral taint has yet had a fit.
(f) Prognosis and heredity. The work reported by Bridge (1949) from Johns Hopkins Hospital suggests that the presence of the hereditary factor is not necessarily associated with a bad prognosis either in established epilepsy or in febrile convulsions. Our experience accords with this view, but we require a longer follow-up before we can give figures of any real value. Fig. 1 illustrates the way in which a heavily loaded tree may be associated with full recovery in many of those affected.
(g) Heredity and age of onset.-The histogram in Fig. 3 shows the incidence of positive family histories related to the age at the first fit. Among those children who had their first fit in the 2nd year of life, 60% had positive family histories: when the first fit occurred after the age of 5 years the incidence was only 24 %. More detailed figures showed that the incidence rose sharply from birth to reach a peak at about 17 months, and declined thereafter in an exponential fashion as the children approached adolescence, DIscuSSION I wish to emphasize that our series is very small and that our analysis is no more than an ad hoc pilot survey.
Our results for the incidence of positive family histories agree with those of American workers both for children with epilepsy (Bridge, 1949) and for febrile convulsions (Lennox, 1949) . This is, however, a crude and misleading measure of the etiological force of heredity, particularly in syndromes as common as the convulsive disorders. The incidence in siblings is, on the other hand, quite good evidence that some genetic factor is operative. Gowers (1901) was, I think, the first to suggest that women more commonly transmitted the epileptic taint; Lennox, Gibbs and Gibbs (1940) have supported this view on the basis of electroencephalographic studies. Our figures show quite a striking tendency for the taint to be manifest on the distaff rather than the spear side: this cannot easily be explained in simple genetic terms.
The curious relationship between the age at the first fit and the incidence of familial taint is usually expressed by saying that "heredity lowers the age of onset of epilepsy". While that statement appears superficially true, reflection shows that it is in fact a tautology. An alternative view is that the inherited factor operates through some transient imbalance of electrochemical maturation, which may be corrected with advancing age. This suggestion would serve to reconcile the association between a positive family history and a relatively good prognosis and it would also explain why surveys which are limited to adult epileptics, such as Alstrom's (1951) , show little evidence of an active hereditary factor, whilst in surveys made on young children the factor is quite prominent.
Finally one major difficuity must be faced. The inherited characters that we are able accurately to study are, of course, of two kinds. They are either fixed qualitative segregating characters such as blood groups and colour-blindness, or quantitative measurable non-segregating characters suQh as height or intelligence. Characters belonging to the first class may be studied in terms of Mendelian ratios; those of the second class by means of correlation coefficients between measurements.
Much of the genetic work on epilepsy, and all the eugenic laws and practices relating to that syndrome, are based on the tacit assumption that epilepsy is a character of the first class. In practice, 12 11 10 98 FIG. L.-1, Grand mal epilepsy: died aged 50 after a fit; 2, grand mal epilepsy from 3 to 16 years: now aged 56, well; 3, No fits, violent rages; 4, No fts; 5, 6, 7, Isolated febrile convulsions only; 8, Febrile convulsion aged 21, grand mal epilepsy from 3 to 7, now 21 and well; 9, Three grand mal seizures in 3rd year of life, now 15 and well; 10, One grand mal attack, aged 4; now 13 and well; 11, Propositus: epileptic with psychopathic equivalents; responded to Epanutin with remission lasting two years; 12, grand mal epilepsy from 1 to 5; now aged 10 and well. however, the tendency to have fits appears to be a quantitative variable both clinically and in animal experiments. Russell (1950) said succinctly "It is simpler to think of all people as epileptics, and regard the matter as one of threshold". If indeed epilepsy and other convulsive disorders are non-segregating manifestations of quantitative variations in the seizure threshold, then we must discover some method ofmeasuring that threshold in individual patients in order that correlation coefficients may be calculated between series of affected patients and their kinsmen. At present no such measure is available.
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